Diffraction data for the compounds: 2-ethyl-2,4,5-trimethyl-2H-1,3-thiazine-6(3H)-thione (I) and 2-phenyl-1,2,6,7-tetra hydrocyclopenta [d] [1,3]thiazine-4(5H)-thione (II) were collected on a Rigaku AFC7S diffractometer using the programs CrystalClear [5] for the data collection and cell refinement, CrystalStructure [6] for the data reduction, and SHELX97 [7] for the structure solution and refinement. The solution of their crystal structures found 1 fragment (12 non-hydrogen atoms) for compound (I) and 2 fragments (32 non-hydrogen atoms) for compound (II). The molecular packings consist of zig-zag chains with hydrogen bonds of the type N-H•••S with gaph symbols [C(6)] S for (I), [C Highly specific molecular recognition is the driving force behind every biological process. Carefully tuned affinities govern the intricate recognition event but despite the universal nature of these interactions, our understanding of their molecular basis is limited. This limited knowledge, in turn, compromises the structure-based drug design of small molecules that modulate these interactions. The limited ability to predict ligand affinity is largely due to the complexity of all the contributions from the ligand, the protein and solvent rearrangement. In order to gain a better understanding of ligand binding, the global thermodynamics of ligand binding within two classical systems has been 
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compounds have been made available as single crystals.
Figure 1
Diffraction data for the compounds: 2-ethyl-2,4,5-trimethyl-2H-1,3-thiazine-6(3H)-thione (I) and 2-phenyl-1,2,6,7-tetra hydrocyclopenta [d] [1, 3] thiazine-4(5H)-thione (II) were collected on a Rigaku AFC7S diffractometer using the programs CrystalClear [5] for the data collection and cell refinement, CrystalStructure [6] for the data reduction, and SHELX97 [7] for the structure solution and refinement. The solution of their crystal structures found 1 fragment (12 non-hydrogen atoms) for compound (I) and 2 fragments (32 non-hydrogen atoms) for compound (II). The molecular packings consist of zig-zag chains with hydrogen bonds of the type N-H•••S with gaph symbols [C(6)] S for (I), [C Highly specific molecular recognition is the driving force behind every biological process. Carefully tuned affinities govern the intricate recognition event but despite the universal nature of these interactions, our understanding of their molecular basis is limited. This limited knowledge, in turn, compromises the structure-based drug design of small molecules that modulate these interactions. The limited ability to predict ligand affinity is largely due to the complexity of all the contributions from the ligand, the protein and solvent rearrangement. In order to gain a better understanding of ligand binding, the global thermodynamics of ligand binding within two classical systems has been The complexity of problems dealt by bioinorganic chemistry begins with the development of model compounds of low molecular weight. These models mimic the properties of active metal sites in metabiomolecules of interest, which allow the understanding of the role played by metal ions in biological processes. In particular, efforts [1] have been made to reproduce the pseudo-tetrahedrical coordination spheres of metal ions linked with pro-ligands containing two nitrogen atoms and two sulphur atoms as donor groups, since Nature has used this type of surroundings in the coordination of metal ions such as, for example, Cu(II) in plastocyanin or azurin [2] . Contreras et al., [3] [4] have recently designed and synthesized a series of bidentated nitrogen-sulfur pro-ligands shown in Fig. 1 S-adenosyl-L-homocysteine (AdoHcy) is a product but also a potent feedback inhibitor of several methyltransferases which use S-adenosyl-L-methionine (AdoMet) as a methyl donor. The S-adenosyl-L-homocysteine hydrolases (SAHHs) catalyse the reversible reaction of AdoHcy to adenosine and homocysteine [1] . Consequently, SAHHs play a critical role in maintaining a normal level of AdoHcy in the cell. Inhibition of SAHH results in cellular accumulation of AdoHcy, inhibiting AdoMet-dependant methyltransferases. Since methylation plays a role in a wide range of cellular processes, the inhibition of SAHH has been proposed as a drug target for several parasitic diseases including malaria and leishmaniasis [2, 3] . We report here the crystal structures of 2 SAHHs from the human parasites Leishmania major and Trypanosoma brucei. The structure of the human SAHH being determined (PDB ID = 1LI4), our results can provide an initial structural perspective towards the development of anti-parasitic strategies.
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